Splenosis: a beneficial condition
Splenosis was first reported by Albrecht (1896), who erroneously interpreted multiple splenic nodules throughout the peritoneal cavity as accessory spleens. Buchbinder & Lipkoff (1939) proposed the term splenosis to describe the presence of multiple peritoneal implants with a widespread location unusual for accessory spleens and with a previous history of trauma to the spleen. The traumatic aetiology of splenosis was demonstrated by Kreuter (1920) who reported that controlled, clean, total splenectomy in monkeys was not followed by the appearance of any nodules; on the other hand, splenic pulp seeded in the peritoneal cavity produced hundreds of implants, Disruption of the splenic capsule causes fragments of splenic tissue to be seeded throughout the peritoneal cavity. usually sessile, ranging in diameter from a pinpoint to about 6 em, and are most often found in the following locations in order of frequency: serosal surface of small bowel, greater omentum, parietal peritoneum, serosal surface of colon, mesentery, and under the surface of the diaphragm. They have also been described in extraperitoneal locations like the pleural cavity, pericardium and in the subcutaneous tissue of old scars, always following splenic injury.
Is splenosis only a morphological finding or also an expression of recurrent splenic tissue activity? Williams (1950) demonstrated phagocytosis in splenic implants; Gill (1944) reported that a subcutaneous splenotic nodule in the chest wall, resulting from a previous gunshot wound, enlarged during a malarial relapse. Splenic scan is considered a sensitive indicator of splenic tissue activity. Tuftsin, a phagocytosis-stimulating tetrapeptide, has been found to be decreased after splenectomy (Constantopoulos et al. 1973) .
. Although only occasional cases of splenosis have been reported in the literature, 54% of a series of patients who had undergone splenectomy mainly for trauma were found to have evidence (positive splenic scans and normal serum tuftsin levels) of splenic tissue activity (Orda et at. 1981) . This recurrent splenic activity is due to splenosis, and in some cases to accessory spleens.
In the light of these findings and the increased risk of infection after splenectomy (Singer 1973), a conservative approach is advocated. Although resection of splenotic nodules has been suggested in the past, unneccessary resections should be avoided. Splenosis usually causes no specific symptoms, although abdominal pain and bowel obstruction have been attributed to it in the past. Brewster (1973) pointed out that the majority of patients in whom splenosis was found at surgery did not subsequently suffer pain, even though most implants were not removed. In other reported cases, splenosis was an incidental finding at surgery for small bowel obstruction due to adhesions; no anatomical dependence was found between bowel obstruction and splenotic implants. Splenosis should no longer be labelled a source of abdominal pathology, but rather a potentially beneficial condition. Pearson et al. (1978) suggested that the relatively lower incidence of overwhelming sepsis after splenectomy for trauma can be attributed to splenosis. The minimal amount of residual splenic tissue that is necessary to avoid the asplenic state is still unknown. Singer (1973), by deductive reasoning, estimated it at about 25-30 g. Deliberate induction of splenosis has been suggested for patients suffering splenic injury (Patel et al. 1981) , but the exact value of this treatment remains to be evaluated.
